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Suppurative Pancreatitis
A REPORT OF TWO CASES
By AGATHA R.'CRAWFORD, M.D., B.SC.
Royal Victoria Hospital
IN view of the comparative rarity of cases of subacute and chronic abscesses in
the pancreas, it may be of interest to report two cases which have recently come
to post-mortem.
CASE I.
CLINICAL HISTORY.
The patient (R. G. S.) was a man of 55. There was no relevant history of
previous illness except a transient attack of pyrexia, vomiting, and diarrhoea in
May, 1943. The patient's final illness, which lasted sixteen days, began on 23/7/43
with vague upper abdominal pain. Pulse and temperature were normal, and there
were no abnormal physical signs. Two days later the pain became severe, there
was some epigastric tenderness, and his tongue was much furred. During the
next two days the pain improved greatly, but returned on 30/7/43. For the next
eight days the patient had very severe pain in the back and upper abdomen, but
examination only revealed a slightly increased pulse-rate, a furred tongue, and
sometimes slight epigastric tenderness; the temperature on 3/8/43 was 99.8°F.
It was not until 7/8/43 that he first looked really ill. On 8/8/43 he collapsed
suddenly, and was dead within half an hour.
AUTOPSY.
At autopsy, a few ounces of turbid yellowish fluid were found in the abdomen,
but the surface of the viscera was smooth and shining. The transverse colon was
closely adherent to the head of the pancreas, which formed a mass about six inches
in diameter and three inches antero-posteriorly. This mass was pale with some
irregular reddish blotches, and felt firm except for some fluctuant areas. It
contained a cavity about three inches by five inches in size, with shaggy walls
completely filled by blood-clot, and one or two smaller cavities full of thick pus.
The duodenum, near the junction of the second and third parts, showed a rupture
of its wall, so that the blood-filled cavity communicated with the lumen. The
duodqnum was completely filled with blood-clot, the stomach contained about
one and a half pints of clotted blood, and the jejunum and ileum also
contained much blood. The probable source of this haemorrhage was an artery
(from its position probably the inferior pancreatico-duodenal), which was found in
the blood-clot near the opening into the duodenum. The tail of the pancreas
appeared normal in size, shape, and on section. No calculi could be felt in the
pancreas, and none were found on sectioning it.
The origin of the portal vein was embedded in the cedematous fibro-adipose
tissue at the back of the inflammatory mass, and was filled by ante-mortem
162thrombus. In spite of the portal obstruction, the spleen was not enlarged and
felt flabby. The malpighian bodies were indistinctly seen against a pinkish-grey
pulp.
The liver weighed 4 lb. 4 oz. It was rather pale, but the lobular pattern was
normal. The gall-bladder was not thickened, and contained no calculi.
Other findings were benign nodular hyperplasia of the prostate and bilateral
cedema and congestion of the lungs.
HISTOLOGY.
Sections of the head of the pancreas showed cavities filled by pus, with walls of
oedematous fibrous tissue infiltrated by large mononuclears, lymphocytes, and
polymorphs. The amount of fibrous tissue surrounding the abscesses, and its
content of well-formed collagen fibres, suggested that the pathological'process had
been going on for several weeks at least. Where pancreatic tissue survived, there
were a few dilated ducts containing tiny calculi and some acini. were also slightly
dilated. A section from the tail of the pancreas showed a similar degree of chronic
obstruction. The islets appeared normal.
A thr6mbus in the portal vein filled the lumen, but had not yet undergone any
organisation. The vessel wall showed extreme cedema, with a network of fibrin
and many large mononuclear cells and some lymphocytes and eosinophils.
The" spleen was not unduly congested. There was hyaline change in the splenic
arterioles.
In the liver there was a rich lymphocytic infiltration of the portal tracts, and
srlght fibrosis round some of the small bile ducts. The liver cells showed no fatty
change.
In the kidneys there was cloudy swelling and well-marked pyelitis cystica.
The lungs were congested and aedematous, and some alveoli contained free
red-blood cells and a few haemosiderin-containing phagocytes.
ANATOMICAL SUMMARY.
Purulent pjancreatitis with abscess formation:
Haemorrhage into pancreas and lumen of duodenum:
Thrombosis of portal vein:
Cholangitis.
CASE II.
CLINICAL HiSTORY.
The patient (S. S.), a man of 63, had been treated for diabetes for twenty years.
For some years he had been troubled at intervals with epigastric pain, which was
relieved by food and by "powders," and was admitted to hospital on 30/3/42
complaining of generalised abdominal pain. His urine contained no sugar. After
three weeks he developed very severe-abdominal pain and rigidity of the abdominal
wall. At laparotomy, some free fluid was found in the abdominal cavity. The head
of the pancreas was enlarged, and formed a firm mass adherent to the second part
of the duodenum. A small fistulous opening in the pancreas near these adhesions
163was closed. His temperature never rose above 100'F.,, but he required'morphia
daily for relief of pain, and died twelve days after operation.
AUTOPSY.
The body was poorly nourished, with considerable cedema of limbs, scrotum,
and penis. The abdomen contained one and a half pints of creamy pus, which was
loculated by fibrinous adhesions between loops of bowel. The pancreas was
enlarged. On section, the main duct was dilated to about one inch in diameter,
and a probe could not be passed from it into the duodenum. Near this dilated duct
were numerous cavities up to a half inch in diameter, containing pus and mucoid.
material. Fibrous tissue throughout the gland was increased. No calculi could
be found.
The liver weighed three and a quarter pounds. There were patches of fibrin on
its surface, but the cut surface looked normal. The gall-bladder was not thickened
and contained no stones. Just above and below the entrance of the common bile
duct into the duodenum there was some ulceration of the duodenal mucosa.
The other abdominal organs were normal. The lungs showed cedema and a
confluent broncho-pneumonia.
HISTOLOGY.
In the pancreas no normal acinar tissue could be found. The abscesses were filled
with pus and remnants of columnar epithelium, which suggests that they had arisen
in relation to ducts. There had been very extensive proliferation of connective
tissue, which had formed large areas of-dense collagenous fibrous tissue infiltrated
by lymphocytes and plasma cells. Imbedded in it were scattered islets of
Langerhans, which appeared normal. There were some groups of small ducts,
which were somewhat dilated and appeared to be actively proliferating.
A section of the region of the ampulla of Vater showed dense fibrosis just outside
the muscle layer of the duodenum. This contained dilated pancreatic ducts with
desquamated epithelium and inflammatory cells in their walls. The duodenum,
especially the mucosa, was also infiltrated by lymphocytes and plasma cells, but
at the level of section was not ulcerated.
ANATOMICAL SUMMARY.
Obstruction to pancreatic duct:
Chronic suppurative pancreatitis with abscess:
Generalised peritonitis:
Terminal broncho-pneumonia:
History of diabetes.
COMMENTARY.
In neither case is it clear whatLfactors produced the abscesses in the pancreas.
In Case I there was an illness lasting sixteen days, but the degree of fibrosis
suggests a pathological process of longer duration. This patient had an attack
of gastro-enteritis three months before his death, and it is possible that at this time
there was invasion of the pancreas by ascending infection. If so, it is remarkable
164that the patient had no symptoms between this attack and his final illness. This
patient had no cholecystitis, and there is little evidence of chronic obstruction to
the pancreatic ducts. The terminal collapse is readily explained by the discovery
at post-mortem of a massive intestinal haemorrhage from rupture of an artery
involved in the destructive process. The thrombosis of the portal vein is, histo-
logically, very recent, and has not had time to produce secondary changes in the
intestine or spledn.
The condition found in this case, where the head of the pancreas is occupied by
one large cavity with shaggy walls, corresponds to what Kaufmann describes as
a "pseudocyst," due to progressive autolysis following an attack of acute
pancreatitis. He nmentions the possibility of superimposed bacterial infection with
the formation of pus. The clinical history of this patient, however, provides no
episode which resembles an attack of acute pancreatitis, as he showed no objective
signs of severe illness until the clay before his death.
In Case II there is evidence of long-standing obstruction to the main pancreatic
duct, causing great dilatation. The marked fibrosis near the ampulla of Vater
suggests that a pancreatic calculus may have been impacted and later adischarged
into the duodenum, leaving the fibrosis to perpetuate the stricture. At tfhe time of
death there was no cholecystitis, so it is unlikely that the original blockage was
due to a gall-stone. The obstruction has resulted in dilatation of the ducts with.
disappearance of the acini, the islet tissue being relatively unaffected. Stasis of
pancreatic secretions has probably resulted in the escape of enzymes into the tissue
with autodigestion, and the necrosis so produced would form a suitable nidus for
bacterial infection. Rupture of one of the abscesses into the peritoneal cavity
resulted in the'severe pain and rigidity, which necessitated laparotomy. Generalised-
peritonitis supervened and was complicated by broncho-pneumonia.
The occurrence of diabetes in this case is of interest. In the reported studies of
disturbances of carbohydrate metabolism in pancreatitis, most of the cases have
been of acute pancreatitis. In Schmieden and Sebening's analysis of 1,278 cases
of acute pancreatitis, 18 (or about 1.4 per cent.) later developed a true diabetes,
and transient hyperglycaemia was common. Cases in which chronic pancreatitis
preceded the development of diabetes are rare, and the causal relationship doubtful;
one such case, in which a chronic abscess caused extensive destruction of the
pancreas, has been reported by Belier and Nach. In the present case, however, it
seems very improbable, in view of the long history of diabetes, that the association
is anything more than a coincidence.
Beller and Nach's case of pancreatic abscess was associated with very marked
fatty change in the liver. He suggests that this was due to deficiency of lipocaic,
the substance which Dragstedt has descr.ibed as of importance in controlling fat
mobilisation and storage. In neither of these cases is there any such excessive
fatty change in the, liver.
The causes of acute pancreatitis are still debatable. Hence it is not surprising
that the 4tiology of chronic inflammatory conditions, like those described here,
1-65in which the clues to the earlier events are destroyed or masked by destruction
and fibrosis, should be obscure.
SUMMARY.
1. Two cases are recorded of chronic abscesses in the pancreas.
2. One case died suddenly from massive intestinal haemorrhage, the other from
generalised peritonitis.
3. The aetiology in both cases was obscure. In one there was marked chronic
obstruction to the pancreatic ducts.
My thanks are due to Professor J. H. Biggart and Dr. J. E. Morison for their
help; to Professor W. W. D. Thomson and Mr. H. P. Malcolm, M.Ch., for
permission to publish their cases; and to Mr. D. McA. Mehaffey, for. the
photographs.
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REVIEW
TEXTBo6K OF MEDICAL TREATMENT. Edited by D. M. Dunlop, B.A.,
M.D., F.R.C.P.(Edin..), M.R.C.P.(Lond.); L. S. P. Davidson, B.A., M.D.,
F.R.C.P.(Lond.), F.R.C.P.(Edin.); J. W. McNee, D.S.O., D;.Sc., M.D.,
F.R.C.P.(Lond.), F.R.C.P.(Edin.). Third Edition. Pp, 1218. E. & S.
Livingstone. 1944.
IT is not surprising that a third edition of this work should have been required only two years
after the second edition and its reprint. When originally published in 1939, the editors expressed
the hope that it would "fill the therapeutic gap left by the majority of textbooks on general
medicine, in which . . . the section on treatment is often inadequate." This hope has been
amply fulfilled in successive editions, with an admirable sense of proportion and a high level of
performance. While various aspects of treatment are discussed, the reader is guided in his choice
by one who writes "having authority, and not as the scribes." In the third edition nearly all
of the sections have been extensively emended, and completely new matter has been added on the
following subjects meningococcal septicamia; spontaneous hypoglycamia; male hormone therapy;
deep X-ray treatment of certain blood-diseases; patent ductus arteriosus; the effects of cold; the
rhesus factor. An excellent feature of this book is the section which describes in detail the
technique of certain essential medical procedures, such as lumbar puncture, venesection, blood
transfusion, and oxygen therapy. In an appendix there is an interesting list of proprietary
equivalents for official preparations. Altogether, this is a most valuable addition to any doctor's
library. R. M.
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Plate I-Case 1
Plate II-Case 2